A patient with urticaria induced specifically by alcohol is described. After challenge, a rise in blood histamine was demonstrated. The reaction was not blocked by sodium cromoglycate, indomethacin, chlorpheniramine, cimetidine or naloxone. It is suggested that the reaction was partly mediated by histamine, but that other mediators were probably involved and that these could be involved in some of the more common types of urticaria.
A patient with urticaria induced specifically by alcohol is described. After challenge, a rise in blood histamine was demonstrated. The reaction was not blocked by sodium cromoglycate, indomethacin, chlorpheniramine, cimetidine or naloxone. It is suggested that the reaction was partly mediated by histamine, but that other mediators were probably involved and that these could be involved in some of the more common types of urticaria.
Case report A 31-year-old woman developed urticaria after alcohol ingestion in June 1982. Ten minutes after any alcoholic drink she developed itching of palms and soles, swelling of the tongue and lips and weals. These were approximately 0.5 cm in diameter and were situated mainly on the upper trunk and limbs. The reaction persisted for about one hour. Her general health was good and past medical history uneventful.
Tests for physical urticarias which included challenge with cold, pressure, heat and exercise were negative. She was not dermographic. Double-blind oral challenge with tartrazine, sodium benzoate, 4-hydroxybenzoic acid, yeast extract, penicillin and aspirin were negative. These are all well known triggers of urticaria and could have been present as additives in alcoholic drinks.
A chilli was chewed to exclude a gustatory response and there was no reaction. Absolute ethanol was used for testing. This was 99.86% pure. Stated impurities included acetic acid 0.006%, acetaldehyde 0.001%, non-volatile matter 0.005%. A mouthwash to exclude contact urticaria was negative, as were prick and patch test. Alcohol 30 ml given either orally or via a nasogastric tube produced urticaria. A blood alcohol level after oral challenge was 35mg/l00 ml. With repeat challenge 24 hours later of the same dose she showed tolerance. C3, C4, immune complexes, C, esterase inhibitor and IgE levels were normal or negative.
Histamine levels were measured on two occasions by the bioassay superfusion cascade method using guinea-pig ilea ( al. 1976). The lower limit of detection was 2.5 ng/ml. On the first occasion levels remained below this both before and after challenge. On the second occasion the level rose to 9 ng/ml at 70 minutes after challenge. In two control subjects a similar amount of alcohol produced a small rise in histamine to less than 5 ng/ml. Therefore the rise to 9 ng/ml in our patient was considered to be significant. Indirect evidence of the identity of the mediators was sought by the use of inhibitors and agonists with different degrees of selectivity. Sodium cromoglycate acts by stabilizing the mast cell membrane, preventing the release of mediators including histamine. Indomethacin acts by inhibiting the synthesis of prostaglandins.
Chlorpheniramine acts on the H, receptors and cimetidine on the H2 receptors blocking the peripheral effect of histamine. Opioid peptides have been identified in the peripheral as well as the central nervous system and there is evidence of their involvement in vascular cutaneous reactions evoked by alcohol (Bernstein & Soltani 1982) .
The drugs were given for three days prechallenge at the following doses: sodium cromoglycate 100 mg, indomethacin 50 mg, chlorpheniramine 4 mg and cimetidine 200 mg, all four times daily; and naloxone 0.4 mg was given subcutaneously 5 minutes pre-challenge. None prevented urticaria.
Discussion
In contrast to exacerbation of urticaria by alcohol, urticaria induced primarily by alcohol is a rare condition. It has been described before by Hicks (1968) , Karvonen & Hannuksela (1976) and Ormerod & Holt (1983) . In our case the direct evidence suggested that histamine was released in the reaction. If this was the only substance involved then one might have expected cimetidine, chlorpheniramine and sodium cromoglycate to have modified the reaction. However, this was not the case. We therefore felt that another mediator might be involved, but have shown that this is neither a prostaglandin nor an opioid peptide. Our patient's responses were quite different from those reported by Ormerod & Holt (1983) . In their patient the reaction was blocked by indomethacin, naloxone and sodium cromoglycate, and the mediators were thought to be opiods and prostaglandins. It was felt that the response to sodium cromoglycate was slightly surprising as the drug is so poorly absorbed when given orally. They concluded that an unknown mechanism was involved.
We also conclude that an, as yet, unidentified mediator is likely to be involved and that this unknown substance could also be involved in some of the more common types of urticaria. A fatal intestino-arterial fistula following ileal conduit urinary diversion is reported. The only two previously reported cases had bladder carcinoma. The causes of ileal conduit haemorrhage are discussed.
Case report A 49-year-old man underwent total cystectomy and ileal conduit urinary diversion for intractable pelvic pain and sepsis due to severe chronic prostatitis. A year later he developed left loin pain, and an intravenous urogram showed left ureteric obstruction. Reimplantation of the stenosed left ureter was performed. A localized collection of pus was found in the pelvis at laparotomy, although culture of this was negative.
On the sixth postoperative day he developed profuse haemorrhage from the conduit.
Laparotomy revealed a fistula between the right common iliac artery and the proximal end of the conduit. The right common iliac artery was ligated but the right leg remained viable following this procedure. Following a stormy postoperative period, he had a second but fatal haemorrhage 30 days after the initial ligation. At post-mortem, a recurrent fistula between the right common iliac artery and the ileal conduit was demonstrated.
Urinary diversion using an ileal conduit is now a standard urological procedure (Bricker 1950 , Wallace 1970 . Haemorrhage from the stoma of an ileal conduit is unusual (Jaffe et al. 1968 ), being either the result of poorly-fitting stoma devices, self injury or the effect of alkaline urine (Jeter & Lattimer 1974) . Chronic infection, urinary calculi or neoplasia may also produce stomal bleeding. In the immediate postoperative period, bleeding might also occur from the intestinal end of the conduit anastomosis. Rarely, if portal hypertension coexists in a patient with an ileal conduit, there may be parastomal ileal conduit haemorrhage (Firlit et al. 1978) .
The only previous reports of intestino-arterial fistulae after ileal conduit had undergone cystectomy and diversion for bladder carcinoma (Beaugie 1971 , Hindmarsh 1977 . The first case had a 'warning' haemorrhage two days before the fatal one. The time interval between surgery and the fistula in the previous cases was 7 weeks and 4 weeks respectively. In the present case, however, only 6 days elapsed between surgery and fistula formation and 30 days between ligation and fatal recurrence. Presumably chronic sepsis in this case accounted for the fistula, as suggested previously (Beaugie 1971) .
The other two previously reported cases did not survive either, although in one of them (Hindmarsh 1977) death three months postoperatively was due to an enterocutaneous fistula.
